No significant increases in serum transaminase levels were produced in acute experimental pulmonary infarction. Although significant transaminase levels have been observed in both clinical and experimental acute myocardial infarction, it was found that a minimal myocardial infarction (5 per cent) is associated with greater rises than that found with pulmonary infarction of the order of 45 per cent. S IGNIFICANT increases in serum transaminase levels have been shown to occur following acute myocardial infarction both clinically 1 and experimentally. 2 This observation has stimulated several studies which are currently evaluating the usefulness of serum transaminase levels in the diagnosis of myocardial infarction, particularly in those cases with equivocal electrocardiographic findings. The enzyme in question, glutamic oxalacetic transaminase has been found in all mammalian tissues by Cohen. 1 Since pulmonary infarction is often a complicating factor in the diagnosis of an acute myocardial infarct, an experimental study has been carried out to determine whether or not acute pulmonary infarction per se produces significant elevations of serum transaminase levels. The results of the study are the subject of this report.
METHOD
A total of 12 dogs, 9 experimental and 3 controls, was used in this study. They weighed between 11 and 20 Kg., averaging 15.9 Kg. Pulmonary infarction was produced by a modification of the method of Chapman and associates. 4 The experimental procedure used in this study was:
1. Each dog was lightly anesthetized with intravenous nembutal.
2. A 10 cc. venous blood sample was obtained from the right jugular vein.
3. Alpha naphthyl thiourea (ANTU) was administered intravenously in the dose of 2 mg./Kg. suspended in 0.5 cc. of a vehicle consisting of 15 per cent Acacia in saline.
4. Clots from the dogs own blood were formed in glass tubing of 5 mm. diameter prerinsed in a solution of bovine thrombin. These clots were expressed onto filter paper when firm and cut into 2 to 2.5 cm. lengths.
5. The clots were introduced into the right external jugular vein and washed into the right heart and pulmonary artery with 10 cc. of saline, immediately after the injection of ANTU.
6. Serial 10 cc. venous blood samples were taken at approximately 2, 15, 19, 26 and 40 hours after the experimental procedure.
7. The serum samples were analyzed for glutamic oxalacetic transaminase by the method of LaDue and co-workers. 6 8. All dogs were autopsied 40 hours post injury and both colored and black and white photographs were taken of their hearts and lungs. Pulmonary infarction was estimated as per cent of total lung tissue by gross inspection. Histologic specimens were prepared from all of the vital organs. 9. The three control dogs underwent the same procedure except that no clots were injected into the jugular vein.
Electrocardiograms were taken on one control and three experimental dogs both before and after the procedure.
RESULTS
The control dogs all demonstrated pulmonary congestion both grossly and microscopically. No infarction was observed in either the hearts or lungs of these animals. Microscopic examination of the other vital organs indicated varying degrees of cloudy swelling due to the ANTU. Increases in serum Fici. 1. Plot of extent of pulmonary infarction vs. peak serum tmnsaminase levels. Note lack of correlation. Ordinate, TA level; abscissa, per cent pulmonary infarction. The nine experimental dogs all showed pulmonary infarction as well as pulmonary con-gestion. The extent of infarction varied from 5 to 45 per cent of their total lung tissue. As indicated in table 1, the serum transaminase level increase in these animals ranged from 0 to 28 units. No correlation was found to exist between the amount of infarction and the level of serum transaminase (fig. 1 ). The typical time curve for the serum transaminase levels in axperiniental pulmonary infarction is shown in figure 2 . The peak levels appeared between 14 and 23 L <j hours in those experiments.
HOUM -POST IHJUBt
The electrocardiographic findings were negative for all dogs studied.
DISCUSSION AND SUMMARY
The elevated serum transaminase levels observed in three control dogs are probably due to the effects of a-naphthyl thiourea (ANTU) which is a general tissue poison. The time curves for the serum transaminase response appear to be the same in both the control group and experimental group. There is no significant difference between the rises in serum transaminase observed in the two groups.
In contrast to the experimental study of serum transaminase levels in myocardial infarction, where a direct correlation was found to exist between degree of damage and rises in transaminase levels, there appears to be no correlation in this study between amount of pulmonary infarction and serum transaminase level increases. Furthermore, minimal myocardial infarction of the order of 5 per cent was associated with greater transaminase rises than found with pulmonary infarction of the order of 45 per cent. 2 Thus we conclude that this study offers no evidence that acute experimental pulmonary infarction per se is associated with a significantly elevated serum transaminase level. ACKNOWLEDGMENT We wish to acknowledge the technical assistance of Thomas H. Burton and Joann B. Vaught.
SUMMARIO rN INTERLINGUA
Le elevate nivellos serai de transaminase observate in tres canes de controlo es probabilemente debite al efrectos de alpha-naphthyl-thiourea que es un histo-veneno general. Le curvas de tempore pro le responsa de transaminase serai es apparentemente identic pro le gruppo de controlo e le gruppo experimental. Nulle differentia significative esseva observate in le augmento del transaminase serai in le un e le altere gruppo.
In contrasto con le studio experimental del nivellos de transaminase serai in infarcimento myocardial (in que un directe correlation esseva constatate inter le grado del lesion e le augmento del transaminase), nulle correlation es revelate per le presente studio inter le grado del infarcimento pulmonar e le augmento del transaminase serai. De facto, minime infarcimentos myocardial de magnitudes de circa cinque pro cento esseva associate con plus pronunciate elevationes del transaminase que infarcimentos pulmonar de magnitudes de circa 45 pro cento.
Nos conclude que nostre studio non indica que acute infarcimento pulmonar experimental per se es associate con un elevation significative del nivello serai de transaminase.
